The occurrence of a palisaded myofibroblastoma with amianthoid fibres in the left inguinal lymph node of a 51 year old man prompted an investigation of the factors underlying its exclusive location. The antigen profile was characternsed which confirmed the homogeneous expression of vimentin and smooth muscle actin as well as the lack of desmin. Use of monoclonal antibodies to check for a differential distribution of myofibroblasts and the putative cell of origin of palisaded myofibroblastoma showed that inguinal lymph nodes have abundant vimentin and actin positive cells and desmin negative cells. This suggests that the selective occurrence of myofibroblastoma is related to the nodal microenvironment, providing a source of available and potentially proliferating myofibroblasts. Mast cells abounded in this lesion, particularly around amianthoid fibres, as well as in pelvic and inguinal lymph nodes.
Primary tumours of the lymph nodes, excluding those of lymphoid origin, are rare. Apart from Kaposi's sarcoma which occurs in those with AIDS,' melanocytic nevi, and pseudosarcomatous malignant melanomas from displaced nevic cells,2 other primary lymph node tumours are uncommon. Secondary 
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Figure 2
Section of an early phase of amnanthoidfibre formation, in which a vessel is beginning to be surrounded by collagen. Overlaying is an almost fully formed amianthoid structure. Both seem to be surrounded by proliferating myofibroblasts.
proliferation of spindle cells with elongated, tapered nuclei and weakly staining eosinophilic cytoplasm lacking distinct fibrils (fig 1) . The tumour cells were arranged in bundles sometimes intersecting at acute angles and in some areas showing distinct palisading of the nuclei. Throughout the tumour there were multiple collections of an intensely eosinophilic collagen matrix which were generally oval in shape and had peripheral spokes strictly contiguous with proliferating cells. In a few areas these collections of eosinophilic matrix seemed to be centered around blood vessels (fig 2) . The tumour was circumscribed by a thick collagenous capsule and beyond the capsule remnants of lymph node with marginal sinuses were found. The tumour was also haemorrhagic, and in many areas red blood cells were seen within the interstitium among proliferating cells. Less than two mitoses per 50 high power fields were found. (fig 3) . Gomori's stain gave the amianthoid fibres a strong black colour; they were Congo red stain positive and appeared birefringent under polarised light. Giemsa and methylene blue stains showed numerous mast cells with metachromatic granules, which clustered around the amianthoid fibres ( fig 4) and which were diffusely scattered far away from the latter in areas of active cellular proliferation.
Immunohistochemistry showed tumour cell staining for vimentin and smooth muscle actin (fig 5) , while immunostaining for desmin, factor VIII, and S100 was consistently negative. The positivity in all cases was cytoplasmic. The amianthoid fibres were negative for all the immunocytochemical markers except in the spokes contiguous with cell proliferation where positivity for vimentin and actin could be observed (fig 5) . S100 and antifactor VIII antibodies stained, respectively, only rare nerve bundles and vascular endothelia.
LYMPH NODES
Giemsa and methylene blue stains showed numerous mast cells, especially around areas of sclerosis in pelvic, inguinal, and lumboaortic lymph nodes. By contrast, mast cells were scarce and isolated in other lymph node groups. In all the locations examined mast cells had a preferential distribution in lymph sinuses, toward the medulla, and around areas of sclerosis where this was present.
Immunostaining of lateral cervical, axillary, mediastinal, abdominal, lumboaortic and pelvic lymph nodes highlighted a striking paucity of smooth muscle actin, vimentin positive, desmin negative elongated cells ( fig  6) ; these were identified mainly in the capsule and fibrous septa. Smooth muscle, stained by monoclonal antibodies to vimentin, smooth muscle actin, and desmin, was present in vessel walls and bundles of elongated cells in the capsule, and in lesser numbers in fibrous trabeculae. Occasional, rare, and isolated des- 
Discussion
We have reported a rare entity56 which is thought to arise selectively in inguinal lymph nodes. Its recognition is of great importance because ofits possible confusion with a primary malignant or metastatic spindle cell tumour. Palisaded myofibroblastoma, a term first used by Weiss et al,5 can closely simulate Kaposi's sarcoma, which in patients with AIDS can occur as a primary in lymph nodes; this is particularly evident when the interstitial haemorrhage resembles the extravasated red blood cells seen in Kaposi's sarcoma. The lack of true vascular slits and nuclear atypia, as well as to the extreme rarity of mitotic figures, will usually indicate the correct diagnosis. Furthermore, Kaposi's sarcoma has a sinusal distribution, and when lymphoid tissue is present it is always located deep within the tumour and not at the periphery, as seen in myofibroblastoma.7
The histogenesis of this entity is not completely understood but it is suggested that the cell of origin is the myofibroblast,5 first described by Gabbiani et al in granulation tissue as well as in quasineoplastic and neoplastic conditions such as in various types of fibromatosis.9 It displays a generally distinct antigenic profile that is characterised by the expression of vimentin, smooth muscle actin, procollagen type I, III, and V;'°" more recently, however, the existence of different phenotypic subsets of myofibroblasts has been pointed out.'2 Palisaded myofibroblastoma is characterised by the continuous expression of actin and vimentin and by the lack of desmin,5 as seen in our case.
Its selective occurrence has prompted us to investigate the possibility of a differential myofibroblastic distribution according to the lymph node site.
Our results indicate that actin positive, desmin negative myofibroblasts are strikingly prominent in inguinal lymph nodes where they are diffusely present as opposed to other lymph node chains. In this context palisaded myofibroblastoma could represent a quasineoplastic or neoplastic proliferation in a group of lymph nodes subject to a striking degree of drainage function and massive workload.
The numerous vimentin positive, smooth muscle actin positive, desmin negative cells we have described in the inguinal lymph nodes could be smooth muscle cells and not myofibroblasts, but in this instance one would have expected to find a much higher percentage of reactivity with the desmin monoclonal antibody because smooth muscle cells, though characterised by a variable percentage of desmin expression, should nevertheless show a reactivity of at least 50%."
We feel that mast cells may have a crucial role, both in the formation of amianthoid fibres and in the active proliferation ofmyofibroblasts in myofibroblastoma. In fact, mast cells have been shown to be involved in interstitial matrix degradation and to be potent stimulators of fibroblasts and of tumour cell proliferation, an action mediated by histamine and heparin release.'3 '4 In our study we have shown a differential distribution of mast cells according to the lymph node region and their preferential location in sinuses and around areas of sclerosis, the latter commonly found in otherwise normal inguinal and pelvic nodes; in this context mast cells could be responsible for sclerosis by releasing protease in the intercellular matrix and around blood vessels.
The same mechanism could operate in the production of the collagen core of the amianthoidfibresofpalisadedmyofibroblastoma. Suster et al6 showed that it is composed of degraded collagen. The characteristic peripheral spokes, composed of vimentin and smooth muscle actin, would then probably represent intermediate filaments directly extruded from the massively proliferating myofibroblasts at the interface with such a core.
The recognition of palisaded myofibroblastoma remains very important, especially in view of the uniformly favourable prognosis (lack ofrecurrence, local invasion, and systemic spread) as seen in our case as well as in the others previously reported.
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